A 22-year-old woman who had headache and numbness on the right side of the face, arm, and leg (transient ischemic attacklike) was admitted to the clinic. She had given birth by epidural anesthesia 8 days previously. A subdural hematoma was detected by means of neuroimaging. Spontaneous remission was followed up clinically and radiologically. The complications of epidural anesthesia were discussed, and the awareness of clinicians regarding this matter is pointed out.
S
ubdural hematoma (SDH) was caused by rupture of the bridging veins that go from the cortical surface to the dura mater. The most common causes are anticoagulant use, hemorrhagic diatheses, hypertension, alcoholism, infections (eg, meningitis, tuberculosis), neoplasms, vasculopathies, arteriovenous malformations, aneurysms, hypovitaminosis (especially vitamin C deficiency), and head traumas; however, it occurs rarely after epidural anesthesia (EA). A case with unilateral SDH after EA is presented.
CASE REPORT
A 22-year-old woman was admitted to our clinic with the complaints of recurrent headache and numbness on the right side, which lasted for 10 to 15 minutes.
In her recent history, it was reported that she gave birth vaginally by EA 8 days previously after providing informed consent. A 20-gauge epidural catheter via an 18-gauge Tuohy epidural needle was inserted at L3 to L4. No complications were seen while performing the epidural technique. A test dose comprising 2 mL 2% lidocaine (40 mg), 5 mL 0.5% bupivacaine (25 mg), and 5 mL normal saline was given initially, and a maximum dose was completed gradually within 90 minutes. Afterward, she was hemodynamically stable based on arterial blood pressure (AP) and pulse. During delivery, 2.5 mL 0.5% bupivacaine and an equal volume of normal saline were injected epidurally. She had adequate muscle power, and the second stage of labor lasted 30 minutes. She was discharged on the first postpartum day.
Two days afterward, she experienced headache and numbness on the right side of the face, arm, and leg, which lasted about 10 minutes. This episode was repeated 2 to 3 times. She did not need to take analgesics for headache. Otherwise, her medical history was unremarkable.
During a neurologic examination, she was conscious and cooperated. Convergence of the left eye was incomplete. Deep tendon reflexes were brisk, and the Babinski sign was indifferent bilaterally. The rest of the neurologic examination was normal. She was hospitalized with the diagnosis of transient ischemic attack with unknown cause, although no risk factor could be discovered. Recurrent (5) attacks of hypoesthesia on the right side not exceeding 10 to 15 minutes were observed during the hospitalization period.
In laboratory examinations, it was determined that her complete blood cell count with differential and blood biochemistry, vitamin B 12 level, folic acid level, bleeding time, activated partial thromboplastin time, prothrombin time, protein C and S activities, fibrinogen level, antithrombin III level, sickling test, and G6PD level were normal. Her immunologic profile, including serum protein electrophoresis, complement, antinuclear antibody, and rheumatoid factor, was also normal. Stimulation of the right median and posterior tibial nerves revealed somatosensory evoked potentials with low amplitude but in normal latency. Electroencephalography (EEG) displayed irregular theta activities in the left posterior parietal and temporocentral regions. Carotid-vertebral Doppler ultrasonography (US), electrocardiography (ECG), and echocardiography were noncontributory.
In cerebral computerized tomography (CT), there was effacement of the left posterior parietal sulci at the vertex level and medial displacement of the gray-white matter interphase by isointense SDH. SDH was also seen in the left parietal re-gion at the vertex level in cerebral magnetic resonance imaging (MRI; Fig. 1 ). Surgical intervention was not considered in the patient. The resorption of SDH was followed up by neuroimaging periodically. Two months later, complete resorption of the SDH was seen in control MRI. Lateralized dysrhythmia continued for almost 6 months as detected by EEG and then returned to normal.
Prophylactic carbamazepine therapy, 300 mg daily, was given and tapered a year later. Neither epileptic seizures or seizure-like episodes nor lateralized (focal) motor or sensory phenomena could be seen during follow-up.
DISCUSSION
The clinical manifestations of SDH include severe headache, dizziness, vomiting, increased size of 1 pupil, sudden weakness (eg, hemiparesis) and numbness in 1 arm or leg, inability to speak, slurred speech, transient ischemic attacks, and seizures.
1-3 A more dangerous sign of SDH is a change in level of consciousness such as confusion, lethargy, stupor, or coma. Disturbed breathing patterns can also occur.
EA is the most effective and innocuous technique in obstetrics. An epidural block of T10 to T4 is required for a cesarean section. Pain relief is the main indication, but maternal diseases that might be decompensated by labor and delivery are also indications of EA. 4 Maternal complications of EA, which are caused by the needle, catheter, or local anesthetics used, are classically divided into 4 groups: 1) complications caused by a catheter or needle, such as massive subarachnoid injection or toxic intravenous injection with convulsions and/or cardiac arrest; 2) complications secondary to infectious problems, such as meningitis, vertebral osteomyelitis, psoas abscess, or epidural abscess; 3) anaphylactic reactions to anesthetic agents; and 4) complications caused by prolonged neurologic manifestations.
These neurologic features include spinal SDH, spinal cord infarction caused by direct trauma to the spinal cord or nerve roots, epidural hematoma, transient Horner syndrome, trigeminal nerve block, headache, and neurologic toxicities of injected agents. [4] [5] [6] [7] [8] [9] [10] [11] [12] Additionally, excessive motor blockade prolongs the second stage of labor and increases the frequency of instrumental delivery. 4 Intracranial SDH after EA may develop secondary to puncture of the dural sac. 10, 11 Although the association between SDH and dural puncture is well established, the acuteness and fatal evolution may have been facilitated by a large needle, dehydration, and hypercoagulability. 13, 14 These complications are rarely seen. According to the largest series of literature involving more than 500,000 cases of EA in France, it was determined to occur at a rate of 1 in 4700 cases. 15 This patient presented to our clinic on the eighth postpartum day. She had headache and sensory complaints starting on the second postpartum day. She was diagnosed as having an SDH based on her history and clinical and neuroimaging examinations and was treated without surgery. This SDH was accepted as a complication of EA. It was thought that the SDH occurred as a result of accidental dural puncture leading to cerebrospinal fluid (CSF) leakage. The leak could have continued after the procedure, and mobilization such as standing might have contributed to this event. The upright position may cause negative pressure intracranially, which results in rupture of the bridging veins. Her headache, occurring 2 days after EA, was suggestive of postdural puncture headache (PDPH). In obstetric practice, this complication is uncommon. The other unusual feature of this case was the clinical presentation of SDH as a transient ischemic attack with sensory complaints. SDH presenting clinically as transient ischemic attacks occurs rarely in any series; however, its real occurrence may be underestimated.
This complication should be kept in mind when evaluating patients who have had EA in the recent past. 
